the site of block being confirmed by nasogastric air insufflation. Because of anatomical and technical considerations, a gastrojejunostomy was performed instead of the more commonly advocated duodenojejunostomy. Postoperatively, the nasogastric aspirate decreased rapidly and from day 2 the patient started tolerating oral fluids. His weight increased and his viral load decreased when antiviral medication was restarted. The toxoplasmosis and oesophageal candidiasis resolved.
COMMENT
SMA syndrome (also known as Wilkie's syndrome 1 ) has many causes including high insertion of the duodenum at the ligament of Treitz, a congenitally low origin of the superior mesenteric artery and compression of the duodenum due to peritoneal adhesions as a result of duodenal malrotation. 2, 3 However, the most common cause is thought to be narrowing of the aorto-mesenteric angle causing extrinsic compression of the third part of the duodenum. 4 Predisposing factors include severe wasting diseases such as burns or malignancy, severe trauma (especially head injuries), spinal trauma (cast syndrome), eating disorders and the postoperative state. The condition is difficult to diagnose as it mimics gastric outlet obstruction. Hypotonic duodenography and CT scan can be helpful. Treatment includes an attempt at feeding to improve nutrition. If this fails, various surgical procedures have been advocated. Duodenojejunostomy is the definitive procedure of choice. However, other procedures including gastrojejunostomy, Roux-en-Y duodenojejunostomy and anterior transposition of the third part of the duodenum have been reported.
In the present patient, the development of SMA syndrome exacerbated the wasting of AIDS by preventing oral antiretroviral therapy. When conservative measures proved unsuccessful, decisions on surgical management had to take account of the risks to operating personnel. Standard precautions in high risk patients include the use of impermeable gowns, double gloving and eye protection and immediate disposal of sharps in a sharps bin. Only the necessary number of assistants, who should have an appropriate level of experience, are allowed to scrub for the surgical procedure. Surgical staplers are used in preference to sutures. In the present case the gastrojejunostomy could have been done laparoscopically. This would have greatly lessened the exposure risk from sharps injury, though a theoretical risk is aerosolization of infected material through the laparoscopic ports during instrument changes. We decided against a laparoscopic procedure because we had planned to do a duodenojejunostomy (a technically demanding procedure when done laparoscopically). If we had originally intended to do a gastrojejunostomy, laparoscopic surgery would probably have been our choice. The most frequently encountered neuropathy in diabetes is slowly progressive. Sensory symptoms predominate, sometimes accompanied by autonomic involvement, and motor deficit is usually absent.
A diabetic patient with recurrent tetraparesis

CASE HISTORY
A man of 65 was referred after rapid onset of weakness in the arms and legs. It was his second such episode. 8 years previously, when he was 57, non-insulin-dependent diabetes mellitus had been diagnosed, and a year after onset he had developed a mild axonal diabetic polyneuropathy, causing distal paraesthesiae. Insulin was required from 2 years after diagnosis. He was hypertensive, treated with a combination of a diuretic, a calcium channel blocker and an alpha adrenoreceptor blocker. At age 60 he experienced weakness affecting all four limbs, slowly progressing over four months. There was no respiratory or bulbar involvement. He reported a concomitant increase in his sensory disturbance-ascending paraesthesiae in the four extremities. The symptoms had appeared despite adequate glycaemic control with insulin and gliclazide. On examination at that time he had symmetrical weakness of the four limbs (MRC grade 2-3) equally affecting proximal and distal muscles, distal sensory loss in a stocking-and-glove distribution, distal loss of vibration sense, and generalized areflexia. Plantar responses were flexor, and cranial nerve and cerebellar functions were unimpaired. Blood investigations (including renal function, creatine kinase, liver enzymes, thyroid function tests, vitamin B12 and folate levels and protein electrophoresis) were normal. Nerve conduction studies revealed severely reduced motor conduction velocities (left median at forearm 28.7 m/s, right ulnar nerve at forearm 3.3 m/s), prolonged distal latencies (left median 5.4 ms, right ulnar 5.3 ms, right tibial 7 ms), and absent F waves, for the three motor nerves tested. Sensory nerve action potentials were either absent (both median nerves and right sural nerve) or subnormal (right radial 1 mV), and distal conduction velocities were slowed (right radial at wrist 29.4 m/s). Cerebrospinal fluid (CSF) was normal for cellularity, glucose, and protein content (0.20 g/L, normal range 0.20-0.45 g/L). The symptoms were attributed to rapid worsening of his known diabetic polyneuropathy. Without treatment except for physiotherapy, the patient reverted to his previous neurological state over about twelve months.
The current episode was similar, and likewise occurred despite adequate control of his diabetes (by insulin and metformin). The symptoms progressed on this occasion more rapidly, over 6 weeks. Motor nerve conduction velocities were again severely reduced (right median 31.7 m/s at forearm, right ulnar 31.4 m/s at forearm, left tibial 15.6 m/s), distal motor latencies were prolonged (right median 5.6 ms, right ulnar 3.3 ms), and F-wave responses were either severely delayed (right median 40.0 ms) or absent (for all other 3 motor nerves tested). Sensory nerve action potentials were mostly absent (right median, ulnar, radial and sural nerves), the left median being reduced (5.1 mV), with a slowed conduction velocity (28.5 m/s). Electromyography showed signs of active denervation in the proximal and distal muscles of the four limbs. CSF on this occasion was acellular, with normal glucose but raised protein at 0.63 g/L. A nerve biopsy was not performed. The patient was judged to have a relapsing chronic inflammatory demyelinating polyneuropathy (CIDP), superimposed on the diabetic neuropathy, in view of the history, clinical picture, compatible neurophysiology, and the raised CSF protein on the second sample, according to the criteria outlined by Barohn et al. 1 . He was treated with a course of intravenous immunoglobulins (400 mg/kg daily for 5 days) and made a total recovery within less than two weeks from the end of treatment. When reviewed 6 months later, the condition had not progressed or relapsed.
COMMENT
Coexistence of diabetic neuropathy and CIDP has been documented previously. 2, 3 Diabetic patients are at excess risk of developing CIDP by a factor of 10 or more. 3 However, patients with diabetes-associated CIDP do not differ obviously in terms of clinical progression or response to treatment from those without diabetes. 2 Rapid deterioration of motor function, as in our patient's relapse, seems a good indicator of underlying CIDP in diabetes, although progression can be slow, as in the first episode. For distinguishing CIDP from diabetic polyneuropathy, nerve conduction studies are of great value. 4 In the present patient motor nerve conduction velocities were low in relation to the compound muscle action potentials, and the other neurophysiological criteria for CIDP were met. CSF examination findings seem less useful because of the high prevalence of raised protein in diabetes, 5 and nerve biopsy results also tend to be unhelpful, the diagnostic features of CIDP being often present in diabetic polyneuropathy. 4 This case illustrates the need for a close eye on motor function in patients with diabetic neuropathy. If clinical progression suggests possible CIDP, neurophysiological tests are indicated. Whereas in diabetic neuropathy the symptoms can only be controlled, in CIDP there is the possibility of more effective therapy. In cases where the diagnosis is uncertain, a therapeutic trial of intravenous immunoglobulins may be justified. Safe and easy to administer, they have given promising results in patients with CIDP associated with diabetic neuropathy, in a small uncontrolled study. 6 
